Sirs: Peripheral motor deficits in the upper limb are rare manifestations of vertebral artery dissection (VAD) [1] [2] [3] [4] [5] [6] . In cervical spine MRI signs of VAD may remain unrecognised. The case reported here highlights the need to exclude VAD in otherwise unexplained radiculopathies of the upper cervical cord.
A white 52-year-old waiter presented with severe proximal weakness of the left arm. Three weeks prior to presentation he had sustained minor trauma with bruises to the right chest and ten days later developed left-sided neck pain without radiation to the arms. Three days before presentation he noticed difficulties at work when serving his guests, because he could neither elevate nor rotate the left shoulder. His past medical history was significant only for vaccinations (polio, hepatitis A and tetanus) three months before. He has no family history of neuromuscular diseases.
On admission severe weakness of the following muscles was observed on the left: deltoid (2/5), supraspinatus (2/5), infraspinatus (2/5) and biceps (3/5) . Biceps and brachioradialis reflexes were absent and no sensory deficit was detected. The remainder of the neurological and physical exam was unremarkable. A C5 radiculopathy was suspected on clinical grounds, probably due to a disc herniation. Since there was neither radiating pain nor a sensory deficit infectious radiculopathy and idiopathic plexus neuritis were considered in the differential diagnosis.
In the CSF, however, cell count and protein were within normal limits and the Lyme serology was negative. Cervical MRI ( Fig. 1 A  and B) showed no relevant discopathy, but revealed a dissection of the left vertebral artery from C7 to C2 indicated by an intramural haematoma (open and thin arrows) in close relationship to the nerve root (filled arrows). MRangiography ( Fig. 1 C) demonstrated a narrowed lumen of the extracranial left vertebral artery. Neurosonography revealed enlarged vessel diameter and narrowed vessel lumen of the V2-segment of the left vertebral artery without intimal flap or haemodynamic changes. Diagnosis of left subadventitial extracranial VAD compressing the C5 nerve root was made. Electromyography confirmed an isolated acute denervation process of the C5 innervated muscles of the left arm. Therapy with acetylsalicylic acid (100 mg) was started [7] . The weakness resolved within four weeks.
We found eight other published cases of VAD with severe weakness of C5 and C6 innervated muscles as the only presenting symptom [1] [2] [3] [4] [5] [6] . Patients were young (mean age 35.4 years), the delay between initial pain and occurrence of weakness ranged from three to ten days (mean 7.2 days). Neck pain was reported in eight patients, local pain in the shoulder or arm in four. Weakness was most prominent in the deltoid muscle in all cases, slight numbness in the upper arm occurred in five. All had a full recovery after one to five months. None suffered from stroke or TIA during followup.
Cases of VAD presenting only with peripheral motor deficits may be underdiagnosed due to a more benign clinical course and the difficulties in establishing the diagnosis. MRI is the preferred technique for spine imaging, but subtle signs of VAD may be missed in the first few days, because the hyperintensity of the intramural haematoma on T1 weighted images is not visible until the formation of methaemoglobin [8, 9] . Here, neurosonography may provide useful information about altered vertebrobasilar perfusion and nonatherosclerotic arterial wall alterations.
The close anatomical relationship between the vertebral artery in the intraforaminal part and the anterior motor part of the nerve roots suggests a compressive aetiology due to mural haematoma in the vessel wall [1, 2, 5] . Alternatively, VAD may compromise the perfusion in the vasa nervorum and result in nerve root ischaemia. The C5 root seems to be the most susceptible root. 
